SUMMARY A 17-year-old girl developed an acute myocardial infarction immediately after being bitten by a viper and four days later she had a cerebrovascular accident. The close clinical and laboratory follow-up of this case suggested that myocardial damage could be attributed to a direct cardiotoxic effect of the venom, while the brain injury that subsequently appeared was probably the result of a disseminated intravascular coagulopathy, possibly in conjunction with vasculitis.
Acute myocardial infarction and/or ischaemia caused by snakebite has been reported a few times.' 2 This injury was attributed to arterial thrombosis resulting from severe hypotension,' or to direct toxic effect of the venom on the myocardium.2 In addition, emphasis was given to disseminated intravascular coagulation in cases of snakebite by the Vipera echis carinatus,3 but toxic vasculitis was thought to be the main cause of haemorrhagic complications. 4 Neurological manifestations that constitute the predominant features in cobra bites were found in onethird of the cases with viper bites where bleeding and nephrotoxicity were encountered at higher rates.4 Necropsy findings of subarachnoid and leptomeningeal haemorrhage as well as blood clot formation in the cerebral hemispheres have also been reported. 5 The case of a 17-year-old girl who sustained successive injuries to heart and brain after a viper bite is presented, the sequence of these events suggesting that different mechanisms were involved. (Fig. IA) . Conversion of paroxysmal atrial tachycardia to regular sinus rhythm ensued after the intravenous administration of 5 mg verapamil. Frequent multifocal ventricular extrasystoles were interrupting the regular sinus rhythm, at times bursting into salvos. Atropine, given subcutaneously, increased the sinus rhythm and diminished the ventricular extrasystoles. The ST changes remained, however. At that stage the patient was transferred by helicopter to Athens and admitted to the coronary care unit of "Evangelismos" Hospital late in the afternoon of the same day.
On admission the patient was alert and coherent. Two fang marks were present at the inner aspect of the left big toe and the whole limb was swollen, cyanotic, and painful. On auscultation, tachycardia at a rate of 120/min and gallop were heard. The blood pressure was 120/70 mmHg. The electrocardiogram confirmed the previous findings but its monitoring showed no ventricular extrasystoles throughout the hospital course. As the ST became isoelectric, on the second day, Q waves appeared in leads II, III, aVF, along with T wave inversion in leads V3 to V6 (Fig. 1B) . On the fourth hospital day the patient presented with right-sided hemiparesis and aphasia.
During the first six days in hospital she was given an intravenous drip of xylocaine 1 g in 1000 ml dextrose 5% in water, prednisolone 5 mg tid, heparin 5000 units every six hours intravenously, and thereafter dipyridamole 75 mg tid.
The laboratory follow-up (Table) reduction in haematocrit from 42% on admission to 31% on the fifth day in hospital. The haemoglobin changes were similar. The platelet count from a low rate on admission returned to normal levels on the eleventh hospital day. White blood cell count showed an increase (14 500 per mm3) only on the third day, with 75% polymorphonucleocytes. Serum enzymes were raised on admission and they decreased to normal values on the sixth day except for lactic dehydrogenase which did so one day later. Serum bilirubin, total, direct, and indirect, showed a slight rise on admission and returned to normal levels after the third day. The sedimentation rate was within normal limits on admission and was moderately increased after the sixth day. showed improvement. The electrocardiogram showed the picture of an old inferior wall myocardial infarction (Fig. IC) . A treadmill exercise test was performed at various levels and showed no abnormalities. The patient underwent cardiac catheterisation and coronary angiography. Catheterisation disclosed normal pressures, and coronary arteriography showed both coronary arteries and their branches to be patent throughout ( Fig. 2A, B) . The left ventriculogram showed decreased contractility of the posterior and inferior wall.
Discussion
As to the mechanism responsible for the myocardial infarction and the cerebrovascular damage in this patient one should consider the following factors: (a) direct toxic effect of the venom,2 (b) shock,'
(c) arterial -obstruction occurring from ensuing thrombosis3 or haemorrhage. 
